Although Type 1 herpes simplex virus infections of the genitals have been reported (Smith et al., 1973; Chang et al., 1974; Dolin et al., 1976) in women, Type 2 herpes virus is more commonly isolated; in extensive surveys by Dowdle et al. (1967) , Plummer et al. (1974) , and Skinner et al. (1976) every isolate from the female genital tract was found to be Type 2. Recognition of the sexual mode of transmission of this condition preceded the 'discovery' of viruses; Greenough (1881) correlated the incidence of the condition in men with a history of other venereal disorders, and Unna (1883) reported that 1 % of prostitutes attending the Hamburg General Hospital had genital herpes. More recently, the sexual transmission of this infection was confirmed by virological follow-up of female consorts of male patients with penile herpes (Nahmias et al., 1969) .
In this paper, we report a case of Type 1 herpes virus infection of the vulva which almost certainly was contracted by orogenital contact between marital partners.
Case report
The patient was a 20-year-old laboratory technician. She had been married for 11 months with no pregnancies or abortions. Neither the patient nor her husband reported pre-marital or extramarital sexual relations.
Forty-eight hours after oral sex with her husband, the patient became aware of a tender area on the vulva. There was no vaginal discharge although the patient did complain of superficial dysuria which was not accompanied by frequency or urgency of micturition. There (MacPherson and Stoker, 1962) as previously described (Skinner, 1976) . The virus was shown to be Type 1 herpes simplex virus by its behaviour in reciprocal cross-neutralisation and immunodiffusion tests with Type 1 and Type 2 antiserum raised in rabbits (Thouless, 1972; Skinner et al., 1976) , and by the stability of its enzyme-thymidine kinase (Thouless and Skinner, 1971) (Table 1 ). The validity of these various criteria for virus typing has been discussed (Plummer et al., 1974) . Unfortunately, we were unable to isolate virus from the healing lesions on the husband's lips, probably because he was seen too late in the course of his infection.
Serum complement-fixing antibody activity against both types of viral antigen was found within three weeks from the onset of the lesions and reached a peak within about seven weeks of the original lesion. There was, however, demonstrable complement-fixing activity still present within one year of the clinical lesion (Table 2 ). There was an unusually low serum neutralising antibody activity against both virus types for 10 months after the appearance of the clinical lesion when the serum 121 Type 2 40 *The provenance and prototype of these strains has been previously established tK-values were obtained and calculated as previously described Fifteen months after the primary infection, the patient reported a further episode of vulval tenderness. Extramarital sexual relations had not occurred and, while normal marital sexual intercourse had taken place once or twice a week, the last orogenital contact had been several months before. The patient did report being rather 'run-down' after a recent severe bout of influenza.
Examination revealed four typical herpetic lesions around the clitoris. The lesions were smaller than during the previous clinical episode-about 2 to 4 mm-and seemed rather less tender to palpation. No other gynaecological abnormality was apparent.
The patient was treated as before (vide supra). On this occasion the lesions completely disappeared four days after their onset.
Type 1 herpes simplex virus was again isolated.
The serum neutralising and complement-fixing antibody activity rose ( K-values and complement-fixing titres were obtained and calculated as previously described Complement-fixing titres of sera 12.12.75 and 15.12.75 were obtained with different antigen preparations than were used with the other sera Acquisition of Type 1 herpes simplex vulvitis within a monogamous relationship and it may be that the feeble neutralising antibody response is related to an inadequate dose of priming antigen. This is consistent with the observations of Birch et al. (1976) 
